The clinical course of a patient who developed a lung abscess with a bronchopleural fistula following a massive infarction is described. Comparison of the events in this patient's illness with others reported in the literature reveals a recognizable syndrome which is characterized by three phases. The initial illness consists of massive infarction with its well-recognized sequelae. Following a short period of improvement, the second phase begins with the production of copious amounts of blood-tinged or purulent sputum, accompanied by fever, leucocytosis, and cardiac decompensation. This phase lasts several days to weeks and signifies excavation of the infarcted area. After another period of relative quiescence, the third phase, characterized by the abrupt onset of fever, pleuritic pain, cough, and acute dyspnoea, begins. These symptoms herald bronchopleural fistula. In view of the high mortality, prompt recognition of this syndrome and vigorous treatment appear to be mandatory. 
of the neck veins to the angle of the jaw, icteric sclerae, and signs of a right pleural effusion. The pulse rate was 160 per minute and irregular. A protodiastolic gallop was audible, as well as murmurs of mitral insufficiency and stenosis, and aortic insufficiency. The liver was enlarged 5 cm. below the right costal margin and was tender. There was no evidenc_ of thrombophlebitis.
The haemoglobin was 10 g./100 ml., with a haematocrit of 38o%. The Electrolytes, ASO titre, C reactive protein, and PBI were normal. A chest radiograph showed a right pleural effusion and cardiomegaly (Fig. 1 ). Atrial flutter with rapid ventricular response, right axis deviation, and an R-R' complex in leads V1 to V3 was seen on the electrocardiogram. Thoracocentesis yielded 850 ml. of sterile amber fluid with a specific gravity of 1-010 and a protein content of 1-8 g./ 100 ml. Numerous blood cultures were sterile. Scant amounts of non-purulent sputum containing only normal oral flora were produced. Pulmonary artery catheterization and selective angiography demonstrated a filling defect in the pulmonary artery supplying the right lower lobe and mild pulmonary hypertension (mean pulmonary artery pressure of 40 mm. Hg).
HOSPITAL COURSE Initial therapy consisted of heparin, diuretics, and digoxin. and the patient experienced boith subjective and objective improvement. Her dyspnoea subsided as fever and oedema regressed, and her blood chemistry returned to normal. The tenth hospital day was marked by return of fever, re-accumulation of pleural fluid, and the onset of a cough productive of small amounts of blood-tinged sputum. The fluid obtained from thoracocentesis was still sterile but was now a blood-stained exudate containing 6-9 g./100 ml. protein with a specific gravity of 1-017. Multiple blood cultures were also sterile and normal respiratory flora persisted in the sputum. There had been no change in the chest radiographs.
Over the next 13 days sputum volume began slowly to increase. By the twenty-third day, the patient was coughing copious amounts of purulent sputum and 500 (Hayashi, 1914; Guggenheim, 1935; Marks, 1940; Chester and Krause, 1942; Rogers, 1946; Rawson and Cocke, 1947; Mundth, Foley, and Austen, 1965) . When the present case is compared with those previously reported, the clinical similarities are striking (Table) . All the infarcted areas were large, involving one or more lobes. Rheumatic heart disease was the most frequently observed underlying illness. Seven patients developed lung abscesses, fivu were infected and two were aseptic. Pneum,othorax developed in all cases. Bronchopleural fistulae occurred two to 30 days after infarction, with an average time of 17 days.
In this series the initial acute illness began with the usual signs and symptoms of massive pulmonary infarction. Following a variable period of improvement the patients began to produce copious amounts of blood-tinged or purulent sputum, accompanied by fever, leucocytosis, and acute cardiac failure. Guggenheim (1935) 
